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INTRODUCTION
We describe the case of a 59-year-old man who was
investigated for weight loss and iron deficiency anaemia who
had the appearances of florid colitis on abdominal computed
tomography (CT), but in whom colonoscopy had been
completely normal 24 h before the CT examination. Our
patient had colonoscopic colitis, which resolved spontaneously
within 12 days. We review the literature on this little-
recognized condition and recommend that radiological inves-
tigations of the bowel be postponed for a suitable period after
lower bowel endoscopy.
CASE REPORT
A 59-year-old man with nephrotic syndrome was admitted to hospital
for investigation of fever, weight loss, microcytic anaemia and a raised
serum C-reactive protein. His past medical history included end-stage renal
failure in 1992 secondary to polycystic kidney disease. In 1995 he received
a cadaveric renal transplant and was immunosuppressed with cyclosporin,
azathioprine and prednisolone. The function of his allograft had been
declining slowly over a few years. At the time of admission his serum
creatinine was 218 mmol/l, serum albumin 25 g/l, 24-h urinary protein
quantification was 7.76 g and serum C-reactive protein was 74 mg/l. His
haemoglobin had fallen from 13.3 g/dL (MCV 72.6 fl) to 9.7 g/dl (MCV
68.8 fl) over the course of a month. The blood film showed anisopoiki-
locytosis and biochemical parameters were consistent with iron deficiency
(iron 3.0 m mol/l, transferrin 1.4 g/l, transferrin saturation index 8%). The
white cell count, differential and platelet count were normal.
During the admission he had had a transplant renal biopsy, which
showed the presence of focal segmental glomerular sclerosis and features
suggestive of calcineurin inhibitor toxicity. In view of these biopsy
findings, rapamycin was substituted for cyclosporin.
Because an underlying gastrointestinal pathology was suspected as the
cause of his weight loss and anaemia, he underwent an upper
gastrointestinal endoscopy. This revealed normal mucosal appearances
throughout and revealed no source of bleeding. Although faecal occult
blood was negative, a colonoscopy, using routine bowel preparation before
the procedure, was subsequently performed. The procedure obtained good
views up to the ileo-caecal valve, and macroscopic appearances were
normal. Colonic biopsies showed normal mucosa with no evidence of
inflammation or infiltration. Small bowel enema was also normal. By this
stage he had been treated with intravenous iron and blood transfusion and
his symptoms associated with anaemia (lethargy and breathlessness on
exertion), had subsided.
Further investigations were performed. Faecal microscopy and culture
were negative. His stool was negative for ova, cysts and parasites and was
Clostridium difficile negative. All other bacteriology and virology screens
were negative. Tumour markers carcinoembryonic antigen (CEA), alpha-
fetoprotein, CA19-9, and b-human chorionic gonadotrophin (HCG) were
all normal. A chest radiograph was unremarkable. Abdominal and pelvic
CT revealed extensive thickening of the transverse and descending colon
including the splenic flexure (Fig. 1). In addition the adjacent mesenteric fat
had a streaky appearance, but there was neither intramural gas nor free
intraperitoneal air. These changes were thought to be consistent with colitis
or a lymphoproliferative disorder, although there was no evidence of intra-
abdominal lymphadenopathy. These findings were surprising given the
patient’s lack of symptoms and the normal colonoscopy, which had co-
incidentally been performed only 24 h before CT. CT was repeated 12 days
later, at which time the large bowel changes noted previously had
completely resolved and the scan was entirely normal (Fig. 2). No treatment
had been given.
The patient’s renal function has stabilized and his proteinuria is
improving though he remains under investigation for iron deficiency and
weight loss.
DISCUSSION
Case reports describing colitis after colonoscopy or proctitis
after flexible sigmoidoscopy have been appearing in the
literature since the late 1980s, although there is very little
general awareness of this problem [1–8]. The majority have
described a self-limiting illness characterized by diarrhoea,
bloody stools and abdominal cramping developing within 24 h
after endoscopic imaging of the lower bowel. Two studies
based on retrospective analysis of patient questionnaires have
reported the incidence to be 3.3–5% [6,7]. Colonic lesions that
develop post-endoscopy resemble those found in ischaemic
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colitis [5]. The cause of this type of colitis is thought to be
contamination of the endoscope with 2% glutaraldehyde
disinfectant, residual from the cleaning process. Importantly
for this case, glutaraldehyde is the disinfectant used routinely at
the Hammersmith Hospital.
The role of glutaraldehyde in this condition is supported
by two lines of evidence. First, glutaraldehyde application
into the bowel of experimental animals causes lesions similar to
those described in humans [3]. Second, the incidence of colitis
after endoscopic procedures where glutaraldehyde is not used
is significantly lower, at 0.2–1.2% [6,7].
Two other studies have described a different entity, with a
pseudomembranous-like colitis developing post-endoscopy
[1,2]. This condition is related to the use of hydrogen peroxide
disinfectant [2]. Glutaraldehyde- and hydrogen peroxide-
induced colitis were reviewed in 1995 [9].
The non-specific radiological features of glutaraldehyde
colitis have been documented in at least two studies [10,11] and
are characterized by circumferential colonic wall thickening
with variable contrast enhancement, most usually involving the
descending and transverse colon. Non-specific changes in
the peri-colonic or peri-rectal fat have also been described. The
findings in our patient are entirely consistent with these
descriptions. As has been stressed before, the diagnosis
should be suspected if the CT abnormalities are first seen
post-colonoscopy, particularly if the colonoscopy was
normal [11].
Compared with others described, our patient was unusual in
that he was asypmtomatic and his colonic abnormalities were
picked up only because of the timing of his CT examination
in relation to his colonoscopy. The incidence of such
asymptomatic colitis is unknown. It is likely that in this
particular patient, that CT appearances were exacerbated by
hypoalbuminaemia secondary to nephrotic syndrome, but this
was not the sole reason for the CT findings, as the abnormalities
resolved within 2 weeks, despite a persistently low serum
albumin.
We recommend that colonic radiographic abnormalities
after colonoscopy be interpreted with caution and that
radiological investigations after colonoscopy be delayed to
allow iatrogenic changes to subside.
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Fig. 1 – Abdominal CT image with contrast taken 24 h after a normal
colonoscopy showing thickened colon and streaky appearance of
mesenteric fat.
Fig. 2 – Repeat abdominal CT image obtained 12 days later.
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